Tubular dysfunction and microalbuminuria in insulin dependent diabetes
Sir, In a recent paper by Walton et al investigating tubular function in diabetics, urinary a-1-microglobulin excretion was found to be significantly higher in diabetic children compared with controls.' Using an enzyme immunoassay (Imzyne a,-M, Fujirebio Inc) we obtained similar results.
In 62 type 1 diabetics (38 girls), aged 3 to 21 years, with duration of disease from one week to 13 years, urinary a-1-microglobulin excretion was evaluated prospectively every three months for one year; 54 healthy subjects (32 girls), aged 4 to 21 years served as controls. Diabetics were divided into three groups according to their duration of disease (group A: less than five years; group B: five to 10 years; group C: more than 10 years); during the study 28 poorly controlled children (with stable glycated haemoglobin (HbA,c) concentration >10%) improved their metabolic control and after 12 months HbA,, concentrations were less than 8%. In diabetics urinary excretion of a-1-microglobulin was significantly higher than in controls, particularly in group C patients. In agreement with Dr Walton's study, a significant correlation was found between HbAjc values and urinary a-1-microglobulin excretion as well as between 24 hour glycosuria and urinary excretion of a-1-microglobulin. In poorly controlled diabetics with duration of disease shorter than 10 years (group A and B) urinary a-1-microglobulin excretion returned to normal when metabolic control improved, while it remained high in children with duration of diabetes longer than 10 years (group C) (table). Albumin excretion rate was less than 15 tg/minute in all diabetic children during the study. Our data confirm that glycaemic control influences urinary excretion of a-1-microglobulin; however, despite good metabolic control, children with long duration of diabetes and without microalbuminuria show an increased excretion of a-1-microglobulin.
Although diabetic kidney disease is primarily a glomerulopathy,3 we believe that impaired tubular function is detectable earlier than glomerular damage. (see table) were admitted to the Royal Alexandra Hospital for Sick Children, Brighton, with bulging fontanelles and fever. Examination of the cerebrospinal fluid and blood cultures was normal in each case. All seven were previously healthy, but case 4 had Poland's anomaly. Cerebrospinal fluid pressure was raised in the three infants who had the investigation performed. All the infants' fontanelles had returned to normal within 72 hours. We believe all our patients were suffering from viral infections, but the relevant investigations were not complete. A history of mild head injury was obtained in case 3. In two of our cases the bulging fontanelles returned in the presence of further infections. The mother of case 4 brought her daughter back 
